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detected. Compared with the controls, the differential expressions of 47 mRNAs had
statistical signiﬁcance (P<0.05). 3) In PE patients, multiple linear regression analysis
indicated that the expressions of CXCL3mRNAshad low positive correlations with
ITGA2B (R2¼0.247) and ITGB3 (R2¼0.247); The CXCL16 mRNA expression had a
low positive correlation with ITGA2B (R2¼0.201); The CXCL14 mRNA expression
had a low negative correlation with ITGB3 (R2¼0.212).
Conclusions: The results suggest that, in symptomatic PE patients, CXCL3, CXCL14
and CXCL16 mRNA were the cytokines which related to the activation of platelet.
CXCL3, CXCL14 and CXCL16 could be the triggering factors for the activation and
aggregation of platelets.
GW25-e0503
The congenital and acquired thrombophilia in Chinese pulmonary
thromboembolism patients
Zhang Weihua, Huang Junwei
Cardiovascular Center the First Hospital of Jilin University
Objectives: The genetic polymorphisms of coagulation factor V Leiden and
prothrombin G20210A are common risk factors of inherited thrombophilia in
Caucasians, but rare in Aisan. Factor V is an substrate of the activated protein C
anticoagulant system. While in Asian population, dysfunction of APC system
including protein C and protein S, and antithrombin is involved in thrombophilia.
The coagulation inhibitor protein deﬁciency consists of Protein C (PC), protein S
(PS) and antithrombin (AT). The previous studies showed that the prevalence of
coagulation inhibitor protein deﬁciency was 7% in European (Heijboer H, et al),
65% in Japanese (Kinoshito S, et al), 48% in Hong Kong Chinese (Liu HW, et al),
59% in Taiwan Chinese (Shen MC, et al) and 29% in mainland Chinese(Bai CM,
et al).It seems to be low estimated in mainland Chineses. As for aquired throm-
bophilia, antiphospholipid syndrome and hyperhomocysteinemia were the common
reasons.
Methods: From Jan 2011 to Dec 2013, consective139 patients( 71 male) of pulmo-
nary thromboembolism in the First Hospital of Jilin University were enrolled ly in this
study with exclusion of underlying diseases such as malignancy, myeloproliferative
disorder, nephrotic syndorme, liver disease and oral warfarin. The mean age was
5814 yrs. The diagnosis was conﬁrmed by CT pulmoanry agiography.Before oral
warfarin taken, the activity of blood protein C, protein S and antithrombin, as well as
serum anticardiolipin antibody (aCL) and homocysteinemia (Hcy) was assayed. The
normal range of the factors above is PC 70-140%, PS 76-135%, AT 80-120%, aCL
(IgG and IgM) 0-10U/L, Hcy 0-20mmol/L. The prevalance of kinds of thrombophilia
factor was calculated as the ratio of summary number of isolated and combined
containing the deﬁned factor. The combined deﬁciency included PC+PS, PC+AT,
PS+AT or PC+PS+AT. The prevalence of coagulation inhibitor protein deﬁciency
means the ratio of total number of patients with all kinds isolated or combined
coagulation inhibitor protein deﬁciency.
Results: The case number and prevalence of kinds of thrombophilia factor is PC 32
[23.0% (95%CI:16.0%-30.0%)], PS 65 [46.7% (38.5%-55.1%)], AT 14 [10.1%
(5.1%-15.1%)], aCL 14 [10.1% (5.1%-15.1%)], Hcy 30 [21.6% (14.7%-28.4%)],
combined deﬁciency 25 [18.0% (11.6%-24.4%)].The number of isolated deﬁciency
cases is PC 10, PS 42 and AT 5.The combined deﬁciency includes PC+PS 16, PC+AT
2, PS+AT 3, PC+PS+AT 4 respectively. The number of isolated aquired thrombo-
philia factor is aCL 3 and Hcy 12. There are also one combined aquired thrombophilia
(aCL+Hcy) case and combined congenital and aquired cases (PC+Hcy 3; PS+aCL 8;
PS+Hcy 7; AT+aCL 1; AT+Hcy 1; PC+PS+aCL 1; PC+PS+Hcy 5; PC+PS+AT+Hcy
1).The total number and prevalance ratio of patients with any kinds of congenital or
aquired thrombophilia factor is 98(70.5%).
Conclusions: The prevalence of coagulation inhibitor protein (PC, PS and AT)
deﬁciency in mainland Chinese is similar with that of other Aisan population. Besides
the congenital fators, aquired thrombophilia such antiphospholipid syndrome and
hyperhomocysteinemia should be considered in venous thromboembolism(VTE)
patients. The congenital along with aquired thrombophilia factors might explain nearly
2/3 VTE occurrence.
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Effect of Th17 and Treg Axis Disorder on Outcomes of Pulmonary Arterial
Hypertension in Connective Tissue Diseases
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Objectives: This prospective cohort study is to verify the hypothesis that the balance
of Th17 and Treg cells frequencies in the peripheral circulation is disturbed in patients
with varying degrees of connective tissue diseases-associated pulmonary arterial
hypertension (CTD-aPAH), and to prove the inﬂuence of Th17/Treg imbalance on
prognosis.
Methods: We detected the frequencies of Th17 and Treg cells and related serum
cytokines secretion and expressions of key transcription factors in 117 patients with
connective tissue diseases (CTD), 53 patients with CTD-aPAH and 48 healthy
volunteers. Moreover, the median value according to levels of Th17/Treg ratios
in patients with CTD-aPAH was chosen as basis of group division for survival
analysis.C218 JACC Vol 64/16/Suppl C j October 1Results: CTD-aPAH patients revealed signiﬁcant increase in peripheral Th17 cells
number, Th17-related cytokines, and ROR gt mRNA levels. They also presented a
signiﬁcant decrease in Treg cells number, Treg- related cytokines, and Foxp3 mRNA
levels as compared with CTD patients and healthy controls. More importantly, the
Th17/Treg ratio was signiﬁcantly related to the severity and prognosis of CTD-aPAH.
Conclusions: This study indicated that the Th17/Treg axis disorder play a critical role
in CTD-aPAH. Furthermore, the dynamic balance between Th17 and Treg cells was
likely to inﬂuence prognosis of patients with CTD-aPAH.
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Patients with Symptomatic Pulmonary Embolism
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Objectives: To investigate the mRNA expression characterizations of FGA, FGB,
FGG, FIBCD1 and FCN, which were associated with ﬁbrinogen-related domain,
between patients with symptomatic pulmonary embolism and controls in their
peripheral blood mononuclear cells.
Methods: 20 cases of PE patients and twenty sex and age matched controls were
recruited into the study. Human cDNA microarray analysis was used to detect the
mRNA expression differences of FGA, FGB, FGG, FIBCD1 and FCN between two
groups, and random variance model corrected t test was used to analyze the statistical
data.
Results: Among the 7 mRNAs, the mRNA expressions of FGA, FGB and FGG were
down-regulated signiﬁcantly in the PE group, compared with the controls (P<0.05);
FIBCD1, FCN-1 and FCN-2 were up-regulated in the PE group (P<0.01); FCN-3 in
PE was up-regulated, but there was no signiﬁcant difference(P>0.05).
Conclusions: The mRNA expression of FGA, FGB and FGG in PE indicate that
body’s feedback mechanism plays a role to reduce further thrombosis; FIBCD1,
FCN-1 and FCN-2 in PE are up-regulated signiﬁcantly, suggest the expression levels
of related proteins which can activate the complement system are increased, and part
of innate immune molecules enhanced their function.
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Objectives: Whole human genome oligo microarray was employed to systematically
investigate the differential expression characteristics of associated mRNAs which
were found in the signal transduction pathway of the b2 integrin in peripheral blood
mononuclear cells (PBMCs) between patients with symptomatic pulmonary embolism
(PE) and controls.
Methods: 20 cases of PE patients and twenty sex- and age-matched controls were
recruited into the study. Human cDNA microarray analysis was used to detect the
differences of associated mRNAs expressions between two groups, and random
variance model corrected t test was used to analyze the statistical data.
Results: A total of 80 associated mRNAs were detected. The mRNA expres-
sions of chemokines, ligands, inside-out signal pathway associated proteins and
outside-in signal pathway associated proteins were up-regulated signiﬁcantly in
the PE group, compared with the controls. In 5 subunit-associated mRNAs,
the mRNA expressions of ITGAL, ITGAM, ITGAX and ITGB2, which encode
for the subunits of aL, aM, aX, b2, were up-regulated in the PE group, and the
differences except ITGB2 were statistically signiﬁcant (P<0.05). The mRNA
expression of ITGAD was down-regulated, but there was no signiﬁcant difference
(P>0.05). The expression of Fgr mRNA was signiﬁcantly down-regulated
(P<0.01).
Conclusions: Thus, in PE patients, bilateral signal transduction pathways of
b2 integrin in neutrophils and monocytes were activated, so innate immune
enhanced.
GW25-e0269
Angiotensin II receptor antagonist attenuates cigarette smoke-induced
pulmonary vascular remodeling in rats: Potential involvement of
angiotensin-converting enzyme-2
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Objectives: Renin-angiotensin system(RAS) is known to function in the development
of Pulmonary vascular remodeling. Losartan, a speciﬁc angiotensin II receptor
antagonist, is a well-known antihypertensive drug with a potential role in regulating
angiotensin - converting enzyme-2(ACE2). To determine the effect of losartan on
smoke-induced Pulmonary vascular remodeling and its possible mechanism.6–19, 2014 j GW-ICC Abstracts/Cardiovascular-Disciplinary Research
Methods: Rats were daily exposed to cigarette smoke in the absence and in the
presence of losartan. After 6 months, lung morphology and tissue biochemical
changes were examined by Immunohistochemistry, Western blotting, RT-PCR and
radioimmunoassay. Cell proliferation and ACE2 levels were measured in cigarette
smoke extract-challenged rat primary pulmonary artery smooth muscle cells
(PASMCs).
Results: Thickened wall of pulmonary arteries with apparent medial hypertrophy
along with increased angiotensin II and decreased ACE2 levels were observed in
smoke-exposed-only rats. Losartan administration ameliorated pulmonary vascular
remodeling, inhibited Ang II elevation and partially reversed the ACE2 decrease in rat
lungs. In cultured PASMCs from 3- and 6-month smoke-exposed rats, ACE2 levels
were signiﬁcantly lower than in those from the control rats. Moreover, PASMCs from
6-month exposed rats proliferated more rapidly than those from 3-month exposed or
control rats, and cells grew even more rapidly in the presence of DX600, an ACE2
inhibitor. Consistent with the in vivo study, in vitro losartan pretreatment also
inhibited cigarette smoke extract (CSE)-induced cell proliferation and ACE2 reduction
in rat PASMCs.
Conclusions: The results suggest that angiotensin II receptor antagonist may be
therapeutically useful in the chronic smoking-induced pulmonary vascular remodeling
and ACE2 may be involved as part of its mechanism. Our study might provide insight
into the development of new therapeutic interventions for pulmonary vascular
remodeling smokers.
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Effect of Valsartan on expression of miR-145 in rats with Pulmonary
Hypertension
Xue Hongjie, Yue Yang
First Clinical Hospital of Harbin Medical University
Objectives: Experiments show that miR-145 is a must to keep the vascular smooth
muscle contractile phenotype, in pathological conditions, the expression of miR-145
in synthetic-typed vascular smooth muscle is reduced, but change of epression in
pulmonary hypertension condition and the regulatory mechanisms have been rarely
reported. This experiment will observe expression changes of miR-145 in pulmonary
artery, and apply RAS antagonists-Valsartan to intervene these rats, observing effects
on expression of miR-145.
Methods: 36 SD rats were randomly assigned into three groups (Normal group,
Control group and Valsartan group) with 12 rats in each group. Rats in Normal group
and Valsartan group were respectively given disposable intraperitoneal injection with
2% MCT (60 mg/kg). Rats in Valsartan group were given intragastric administration
with 20mg/kg Valsartan. 4 weeks later, we carried out measuring of right ventricular
systolic pressure. We also took Chemistry Staining of lung tissue, and measured
percentage of the middle membrance thickness of small arteries in pulmonaryacinus
(middle membrance thickness2 / vascular diameter), then applied real time quanti-
tative RT-PCR to distermine expression of miR-145 mRNA, immunohistochemistry
staining to observe expression of SM a-actin.
Results: Right ventricular systolic pressure of Control group was signiﬁcantly higher
than that of Normal group, the pressure of Valsartan group was lower than that of
Control group. There were obvious differences on middle membrance thickness among
three groups (P<0.01). Expression of miR-145 in Control group was signiﬁcantly
reduced than that of Normal group (P<0.01), however it was signiﬁcantly increased in
Valsartan group (P<0.01).
Conclusions: The expression of miR-145 in rats with pulmonary hypertension is
reduced and antagonism of AngiotensinII increases expression of miR-145, which
indicates that AngiotensinII is involved in the regulation of miR-145 expression in
vascular smooth muscle cells.Kidney Disease
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Two-dimensional strain proﬁles in Continuous ambulatory peritoneal dialysis
patients with normal LV ejection fraction
Yao Fengjuan, Liu Donghong
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Objectives: The usefulness of global longitudinal peak systolic strain (GLPSS)
measurement by automated function imaging (AFI) in the detection of abnormal
Systolic function in Continuous ambulatory peritoneal dialysis Patients with normal
LV ejection fraction(LVEF).
Methods: A total of 40 patients (mean age 43.58.2years) with Continuous ambu-
latory peritoneal dialysis and 25 controls (mean age 42.87.6years) were studied.
Conventional echocardiography and tissue Doppler examinations were performed in
all study subjects. Bi-dimensional acquisitions were analyzed to map longitudinal
systolic strain (automated function imaging, AFI, GE vivid 7, USA) from apical
views.JACC Vol 64/16/Suppl C j October 16–19, 2014 j GW-ICC Abstracts/CResults: LVEF had no signiﬁcant statistical difference in both groups (60.53.7
vs 61.34.8, P>0.05). Patients with Continuous ambulatory peritoneal dialysis
had signiﬁcantly lower GLPSS and average global peak longitudinal systolic
strain (GLS-avg) compared with controls(-15.23.7 vs. -22.14.6%, P<0.001,
-13.84.5% vs. -20.15.2%, P<0.001 respectively). There was a good linear
correlation between the EF and GLPSS in patients and contros. (r¼0.719, P<0.001).
By receiver operation curve analysis, the area under the curve to predict patients
with Continuous ambulatory peritoneal dialysis was 0.850 in GLPSS. The cut-off
value for GLPSS of -15.6% had 90.4% sensitivity and 84.2% speciﬁcity for
detection of patients with normal LV ejection fraction. Strain dispersion index, a
measure of regional contractile heterogeneity, was higher in patients compared with
controls.
Conclusions: 2DS (AFI) allows rapid characterization of regional and global systolic
function and may have the potential to detect early abnormal regional and global
systolic function in patients with Continuous ambulatory peritoneal dialysis from the
normal eject fraction of left ventricular.
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High glucose decreases podocin expression and induces podocyte foot process
effacement by stimulating TRPC6
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Objectives: We have previously shown that high glucose causes podocyte apoptosis
by stimulating TRPC6 channels. The present study aims at determining how TRPC6
and its downstream signaling molecules mediate the early responses of podocytes to
high glucose.
Methods:We used immortalized human podocyte cell line combined with a variety of
experimental methods (Scanning ion conductance microscopy (SICM), Western blot
and Confocal microscopy) to illuminate TRPC6 involved machanism of podocyte foot
process effacement induced by high glucose.
Results: Our scanning ion conductance microscopy data show that high glucose
induced foot process effacement of cultured podocytes and that the induction was
attenuated by a TRPC6 channel blocker. Western blot data show that high glucose
increased TRPC6 expression, but decreased podocin expression, and that hyperforin,
a TRPC6 activator, also decreased podocin expression in control podocytes, but not
in podocytes treated with TRPC6 siRNA. Confocal microscopy data show that
both high glucose and hyperforin elevated the availability of free cholesterol and
caused the accumulation of Zonulaoccludens protein 1 (ZO-1), a tight junction
protein, in the area of effaced podocyte foot process. Interestingly, exogenous
cholesterol mimicked high glucose-induced effacement of podocyte foot processes.
Since podocin is a cholesterol-binding protein, theoretically, a decrease in podocin
should result in the release of cholesterol. Our previous studies have shown that
cholesterol controls ZO-1 levels in tight junction area of cortical collecting duct
principal cells.
Conclusions: Therefore, these data suggest that high glucose may activate a
sequential signaling pathway, which stimulates TRPC6, decreases podocin, elevates
cholesterol, and ﬁnally attract ZO-1 to podocyte foot processes to cause their
effacement.Peripheral Vascular Disease
GW25-e4379
Crossover chimney technique to preserve the internal iliac artery in a ruptured
aortic dissection aneurysm with bilateral iliac entry tears 10 years after TEVAR
Wu Weiwei, Ye Weight, Hua Surong, Liu Changwei
Peking Union Medical College Hospital
Objectives: The natural history of the aortic growth after thoracic endovascular aortic
repair (TEVAR) in Stanford B aortic dissection remains unclear. We reported a rare
case developing a huge aortic dissection aneurysm 10 years after the primary TEVAR
which ruptured before admission.
Methods: The aortography showed multiple distal intimal entry tears locating above
and at the origin of the celiac artery, the origin of the right internal iliac artery (IIA)
and the end of the left common iliac artery (CIA). The maximum size of the ruptured
dissection aneurysm was 137mm97mm below the renal arteries. The true lumen was
compressed and the size of which at the aortic bifurcation was only 815mm.
Cerebrospinal ﬂuid (CSF) drainage was placed before the procedure to prevent
paraplegia. After the exposure of the bilateral common femoral arteries (CFAs), a
thoracic stent-graft was deployed above the superior mesenteric artery. The origin
of the left IIA was embolized with coils. A crossover sheath was inserted from the
right CFA to the left IIA. A Viabahn stent-graft was positioned 2 cm inside the IIA.
A unibody bifurcated abdominal stent-graft was deployed below the renal arteries.ardiovascular-Disciplinary Research C219
